The causal relation of alcohol consumption to chronic pancreatitis is well established' 2 but the relation between duration of consumption and onset of symptoms, and between changes in national trends for consumption and disease statistics are far from clear. Another factor implicated in this disease is diet, but its precise role also varies in different reports. ' The changes with time in dietary composition recorded by the National Food Survey were evenly distributed across the 25 years of the study, whereas confectionery consumption was variable, but rose rapidly after 1980. Both seemed to be unrelated to changes in the number of patients discharged from hospital with the diagnosis of chronic pancreatitis. There were only small regional differences in dietary intake and composition. These differences were less than the changes observed nationally during the study period. (Data not shown.) There was no discernible regional difference in the rate of hospital discharges with chronic pancreatitis.
Alcohol consumption increased during the period under study. The most rapid rise was from 1970-80 (Fig 1) . After falling in the early 1980s, total consumption increased by 10% per year over the next six years, almost reaching the high level recorded in 1979. In 1960, 73% of all alcohol consumed was contained in beer; in 1984 this figure had fallen to 58%. In contrast, the equivalent figures for wine rose from 8% in 1960 to 18% in 1984.
The curves for alcohol consumption and discharges of patients with chronic pancreatitis shown in Figure 1 seem to be approximately parallel, with the increase in chronic pancreatitis following the rise in alcohol consumption by five The observed increase in discharge rates does not equate with a threefold increase in the incidence of chronic pancreatitis because some patients may have been admitted and discharged several times. Similarly, the rate of discharges is not the same thing as prevalence. It is likely, however, that this rise in hospital discharges is indicative of a rising incidence of chronic pancreatitis, partly because of the pattern of the increase, which is not linear, and partly because of its magnitude.
The rise in the number of deaths from chronic pancreatitis also tends to confirm the observed increase in hospital discharges. There was considerable variation from year to year in the number of deaths, so no clear association with alcohol consumption or rates of hospital discharge could be determined. Nevertheless, the level of deaths has been higher in the 1980s following the rise in discharge rate in the 1970s (Fig 1) .
The changes in dietary intake over the 25 years of the study are of interest, but explanations for these changes can only be speculative. It seems unlikely that meals consumed outside the home have changed to a sufficient extent to affect the observations significantly. The National Food Survey does not include sweets, chocolate, or alcohol in the estimate of total energy consumption. The figures for consumption of confectionery show some differences in sugar and chocolate based products and variable changes in total consumption over the period of study. These changes cannot account for the progressive fall in carbohydrate consumption from 1960 onwards. The calorific value of alcohol, which is now consumed in greater quantities, may have played a part in the reduction of carbohydrate consumption.
Others have examined the relation between diet and chronic pancreatitis in case-control studies. Increasing protein consumption and extremes of fat consumption are associated with chronic pancreatitis.' Two North American studies3 9 reported that high alcohol consumption was associated with low fat, protein, and carbohydrate consumption. While alcohol consumption remains the major determinant for chronic pancreatitis, we have evidence that a high fat, high protein diet seems to contribute in many countries in Europe and South America.'0 The interplay between all these factors is complex and our own data are too broad to enable any further insight to the contribution of diet.
Recently, attention has focused on oxidants as a possible pathogenic factor in chronic pan- ' showed that the quantity of alcohol consumed was the relevant factor, not the type of alcoholic beverage. Similarly, they found that the mean daily consumption was a better indicator of risk for pancreatitis than total lifetime alcohol consumption.'3 In other words, a heavy consumption for a short duration was a greater risk for pancreatitis than a moderate consumption over many years.
The increase in alcohol consumption in the United Kingdom was most rapid in 1970-80. This was followed five to seven years later by a rise in the number of patients with chronic pancreatitis discharged from hospital. Although there are some possible alternative explanations for this rise, which are outlined above, the correlation with the preceding figures for alcohol consumption is striking. Persuasive evidence for an association between these two observations is that both alcohol consumption, and the number ofpatients discharged with a diagnosis of chronic pancreatitis seem to have stabilised after the rapid rises in parallel of the 1970s. With alcohol consumption increasing slowly again after 1983, we await with interest the publication of hospital activity data (Korner) from 1985 onwards to determine what effect may be seen on hospital admissions for chronic pancreatitis and whether the incidence of chronic pancreatitis rises once more. We observed a latency ofsix years between mean annual per capita alcohol consumption and changes in chronic pancreatitis discharges. This contrasts with the finding of others'29 who observed a mean duration of alcohol consumption of 17 years for men and 11 years for women before presentation with chronic pancreatitis (although the reported ranges of duration of consumption are wide: 3-30 years). This difference is almost certainly related to the method of data collection. In the papers cited, patients with pancreatic disease were questioned on the duration of alcohol consumption before clinical presentation. In contrast, our approach correlates alcohol consumption and the recorded number of hospital discharges with chronic pancreatitis in a total population. The close correlation observed suggests that it may be possible to predict changes in hospital discharges of chronic pancreatitis after changes in national consumption of alcohol.
We have observed an increase in the rate of diagnosis of chronic pancreatitis in patients discharged from hospital. We have been unable to determine any association with changes in dietary consumption, as recorded in national statistics, but we have found a close correlation between the rate of diagnosis of chronic pancreatitis and mean per capita annual consumption of alcohol five to seven years previously.
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